Placental site trophoblastic tumours (PSTT) are rare gestational trophoblastic tumours. They resemble the intermediate trophoblast of the placental bed and are distinguished from the more common gestational trophoblastic tumour, choriocarcinoma, by having few multinucleated syncytial cells, abundant cytoplasmic human placental lactogen (hPL), low level of human chorionic gonadotrophin (hCG) production (Kurman et al., 1984) and relative resistance to standard trophoblastic disease chemotherapy (Lathrop et al., 1988) .
Although choriocarcinoma can follow any type of pregnancy approximately half follow pregnancy with complete hydatidiform mole, an unusual conceptus which has two paternal sets of chromosomes and is therefore androgenetic in origin (Kajii & Ohama, 1977) . PSTr, however, generally follow term pregnancies or non-molar abortions (WHO, 1983 ) although a small number have been described in pateints with a clinical history of hydatidiform mole (Lathrop et al., 1988; Dessau et al., 1990) .
Genetic studies have confirmed the origin of choriocarcinoma from normal term pregnancy or homozygous or heterozygous complete hydatidiform moles (Fisher et al., 1988; Chaganti et al., 1990; Fisher et al., 1992) , but have also shown that the causative pregnancy in trophoblastic tumours is not always the antecedent pregnancy (Fisher et al., 1992) . Thus a clinical diagnosis of post-term or post-mole PSTT is not conclusive evidence of the origin of the tumour.
We report here two cases of PSTT in which the genetic origin has been established using a Y chromosome-specific probe CY84 (Wolfe et al., 1985) and a panel of locus-specific minisatellite probes, which identify highly polymorphic restriction fragment length polymorphisms (RFLPs) of the DNA (Wong et al., 1987; Armour et al., 1990 RFLPs of the DNA, defined by the locus-specific minisatellite probe MSI (Wong et al., 1987) , were examined in HinfI digested parental and tumour DNA as previously described (Wong et al., 1987; Fisher et al., 1989) . The probe was subsequently stripped from the DNA and rehybridisation carried out successively with probes MS8, MS31, p4g3, MS43 and MS621 (Wong et al., 1987; Armour et al., 1990 ). In the case JD parental and tumour DNA was reprobed with three additional locus-specific minisatellite probes MS605, MS622 and MS620 (Armour et al., 1990) . The chromosomal location, heterozygosity and allelic length range of these probes are shown in Table I. To examine tumours for Y chromosome-specific sequences, 5 ILg of DNA was digested with EcoRI, hybridised with CY84, and examined for the presence or absence of the 5.5 kb male-specific band (Wolfe et al., 1985) .
Resnis
No Y chromosome-specific sequences were identified in either of the two tumours. RFLPs identified with the locus-specific minisatellite probes are shown in Table II (Wake et al.. 1981 : Chaganti et al.. 1990 Fisher et al., 1992) or from a pregnancy with complete hydatidiform mole which is androgenetic, having only a paternal contribution to the nuclear genome (Fisher et al., 1988; Fisher et al.. 1992) . One study also demonstrated that the immediately antecedent pregnancy is not always the causative pregnancy, one patient with a post-mole tumour having had an intervening pregnancy with normal full term delivery of twins (Fisher et al.. 1992 ).
Thus a clinical diagnosis of post-term or post-mole tumour may not always be biologically correct. ' Few cases of PSTT have previously been examined genetically. Two cases have been reported as diploid (Eckstein et al.. 1985; Lathrop et al., 1988) in contrast to the more aneuploid karyotypes usually described in choriocarcinomas (Makino et al., 1965; Wake et al., 1981 : Sheppard et al., 1985 : Lawler & Fisher. 1986 ). We are not aware of any studies where the origin of PSTT has been examined. Unlike choriocarcinoma. where approximately half occur following molar pregnancies, most reported cases of PSTT have followed term pregnancies or non-molar abortions (WHO, 1983; Lathrop et al., 1988) . The present study was undertaken to examine the genetic origin of two PSTT using DNA analysis, and to determine the nature of the causative pregnancy in each case. In both cases examination with locusspecific probes established the presence of a paternally derived band confirming their gestational origin.
Further interpretation of results in case S.J. was complicated by the presence of a high proportion of DNA from infiltrating host cells. DNA from intervening host cells will have RFLPs identical to those of the patient and is suggested by the presence of both maternal bands in the tumour track in addition to one or more paternal bands. In case S.J. the relative difference in intensity of the two maternal bands in the tumour track compared with the patient sample (Figure 2 ). suggests that one allele is present both in the contaminating host and the tumour DNA. The presence of both a maternal and paternal contribution to the tumour. in the absence of Y chromosome-specific sequences would be consistent with an origin from a normal female conceptus.
In the case J.D.. only a single band was seen with each minisatellite probe used and in all tests was paternal or compatible with a paternal origin. No maternal contribution to the tumour genome was identified. An origin from an androgenetic complete mole was thus highly likely. Complete hydatidiform moles may be homozygous deriving from the doubling of a haploid sperm following fertilisation of an enucleate egg (Lawler et al.. 1979 : Jacobs et al.. 1980 or heterozygous arising by dispermy (Ohama et al., 1981) . The former are female while the latter may be male or female. Choriocarcinoma has been shown to follow both types of hydatidiform mole (Fisher et al., 1988 
